Introduction
Schistosoma mansoni is primarily a tropical and semi-tropical parasitic disease which infects an estimated 250-300 million people. Infection occurs when a human host comes into contact with water containing the infective cercarial stage. Cercariae penetrate the skin barrier and undergo a series of biochemical, physiological and morphological changes resulting in the schistosomular stage.
Schistosomulae remain in the skin for 24-48 h before migrating to the capillaries and eventually becoming established as adults in the hepatoportal system. Skin penetration by low to moderate (<200) numbers of S. mansoni cercariae does not cause a normal inflammatory response in man or most laboratory models (mice, hamsters). [1] [2] [3] [4] [5] [6] [7] This lack of inflammation is remarkable for two reasons: (1) It is known that the epidermis, especially the keratinocyte, is extremely active in immunoregulation and that the first manifestation of any trauma 8, 9 to the skin barrier is an inflammatory response.
(2) Cercariae and schistosomulae, in vitro, secrete a wide variety of eicosanoids which are potent inflammatory agents. [1] [2] [3] [4] [5] [6] [7] [8] [9] [10] [11] [12] Since cytokine production, most notably IL-1 and TNF, and eicosanoid synthesis are important mediators of inflammation, the authors sought to determine whether cercariae (C) regulation of IL-1 receptors (IL-lr), the presumed down-regulation of IL-lra, and the synthesis and secretion of additional IL-1 by neighbouring keratinocytes. The 
